. Molecular lesions in the endogenous acs-22 gene and single-copy vha-6p::acs-22::gfp-3×FLAG transgenes. (A) Sequence alignment of ACS-22 and mouse FATP1. Mutant alleles of acs-22 are in black. Molecular lesions that affect expression of ACS-22::GFP-3×FLAG fusion protein are in red, whereas those that do not affect or abolish its expression are in green. (B) Western blotting using an anti-ACS-22 antibody indicated that endogenous ACS-22 protein was absent in animals carrying hj24, hj25, or hj26 alleles, whereas ACS-22 expression was unaffected in animals carrying hj23 and hj36 alleles or in daf-22(ok693) mutant animals. A nonspecific band is marked with an asterisk. (C) Western blotting using an anti-FLAG antibody detected ACS-22::GFP-3×FLAG fusion proteins expressed from single-copy transgenes in daf-22(ok693); acs-22(hj26) mutant animals that lacked endogenous ACS-22. The -tubulin blots served as loading controls for B and C. WT, wild type. Figure S4 . ACS-22 and DGAT-2 are ER and LD resident proteins, respectively. Animals at larval stage L4 were subjected to photobleaching (2 µm diameter area marked by red circles). Representative images before, during, and after photobleaching of each strain are shown. (A) hjSi22 [vha-6p::gfp] ; (B) hjIs14 ]; (C) acs-22(hj26); hjSi29 [vha-6p::acs-22::gfp] ; (D) dgat-2(hj44); hjSi56 [vha-6p::gfp::dgat-2] . Bars, 10 µm. 
